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Inhibition of Endogenous Insulin Secretion due to Long-term Treatment for Type 2 Diabetes: A Case Report

Eri SUGISAWA, Ko HANALI, Satoko MARUYAMA, Akiko ISHII,
Junnosuke MIURA, Yasuko UCHIGATA and Yasuhiko IWAMOTO
Department of Medicine ITI, Tokyo Women’s Medical University School of Medicine

We report a case of type 2 diabetes in which endogenous insulin secretion dried up during treatment which
the patient had been undergoing for 26 years after the onset. We discussed the cause for the drying up of the en-
dogenous insulin secretion ability and discussed future treatment to maintain the endogenous insulin secretion at
an appopriate level. A57-year-old woman was given a diagnosis of type 2 diabetes at 31 years old. At the time of
diagnosis, the endogenous insulin secretion had already deteriorated and continued to dry up further for 2 years,
and completely dried up after 26 years since the diagnosis. It is thought that insulin secretion dried up as a result
of pregnancy and delivery, long-term hyper-glycemia, and obesity. A more strict glycemic control during preg-
nancy, using a combination of metformin or a-glucosidase inhibitor might have prevented the decrease of endo-
genous insulin secretion. Treatment to prevent decrease of endogenous insulin secretion in type 2 diabetes
isnecessary.

Key Words: type 2 diabetes, endogenous insulin secretion, slowly progressive insulin-dependent diabetes melli-
tus, anti-GAD antibody
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Table Findings of laboratory examination on admis-
sion

Urinalysis:
Glucose (—), Protein (—), Ketone (—)

CBC:
WBC 10,900/u, Hb 13.8 g/dl, Ht 43.2%, Plt 24.3x 10%/ul

Blood chemistry:
TP 69 g/dl, AST 22 U/I, ALT 32 U/I, +GTP 55 U/, CK
98 U/Il, BUN 95 mg/dl, Cr 055 mg/dl, Na 142 mEq/I, K
39 mEq/!], Cl 105 mEq/!l, CRP 0.27 mg/dl, TG 102 mg/d],
T-C 255 mg/dl, LDL-C 175 mg/dl, HDL-C 59 mg/d!

Diabetic examination:
HbAlc 76%
Anti-GAD antibody 09 U/ml, Anti-IA-2 antibody <04
U/ml
Urinary CPR <04 pg/day, Albumin urea (—)

Meal Tolerance Test 0 min 60 min 120 min
Glucose (mg/dl) 108 268 320
CPR (ng/ml) <02 NT <02
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Figure Clinical course of the patient
The Y-axis indicates body weight (kg) (&), and the
X-axis indicates both HbAlc (%) (@) and total CPR
(ng/ml); the right axis shows the sums of values
recorded at 0, 60, and 120 min in the breakfast loading
test (H).
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